The coexistence of viruses and their hosts implies constant and mutual 18 evolutionary pressure. In addition to the fundamental systems necessary for viruses to 19 replicate and spread, viruses have developed accessory systems to escape killing by the 20 host's immune system. Herpesviruses have been co-evolving with their hosts over 21 millions of years and are exquisitely well adapted to their respective partners. Biological 22 criteria have long been used to subdivide the family Herpesviridae into three subfamilies, 23
namely Alpha-, Beta-and Gammaherpesvirinae. Members of the Alphaherpesvirinae 24 have a narrow in vivo host range, a short replication cycle and the capacity to establish 25 lifelong, latent infection, primarily, but not exclusively, in neurons of sensory ganglia (1) . 26
The length of their linear, double-stranded DNA genome varies between 124 and 177 kbp 27 and generally consists of regions of unique sequences flanked by direct or inverted repeat 28 sequences. The subfamily includes human pathogens as well as a number of animal 29 viruses of considerable agricultural and economical importance ( Table 1 show impaired cell-to-cell spread in vitro and reduced virulence in vivo. This effect, 233 however, was later explained by reduced expression of the upstream US3 gene, which 234 encodes a serine/threonine protein kinase (52). Therefore, in the models employed in the 235 PRV system, gG was shown not to play a major role in PRV pathogenesis and 236 experiments on the potential role of PRV gG as a vCKBP -to our knowledge -have not 237
been done yet. 238
FeHV-1 gG 239
Recently, gG encoded by FeHV-1, an alphaherpesvirus of cats, has been evaluated for its 240 possible chemokine binding properties. It was first shown that FeHV-1 secretes gG into 241 the culture medium and that secreted gG not only displays high-affinity binding to a 242 broad range of chemokines, but is also capable of blocking chemokine activity by 243 preventing chemokine interaction with GPCRs (33).
In addition, it has been 244 demonstrated that the membrane-bound form of gG, expressed on the surface of infected 245
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cells also binds to a number of chemokines with high affinity (33). It is possible that 246 membrane-bound gG acts as a bona fide viroreceptor, providing a decoy that prevents the 247 interaction of chemokines with cellular chemokine receptors and inhibits the biological 248 activity of chemokines. In addition, FeHV-1 gG is a structural protein and present on the 249 surface of virus particles (19). This observation begs the speculation that membrane-250 bound gG, besides functioning as a viroreceptor, might also play a role in virus 251 attachment to cells, which present chemokines bound to GAGs The vCKBP activity of gG was also studied in more detail using chemotaxis assays in 294 vitro. First, it was demonstrated that baculovirus-expressed full length EHV-1 gG was 295 capable of inhibiting CXCL8-induced chemotaxis of human neutrophils (24). In a 296 following study, this observation was extended to equine cells and equine chemokines 297 and it was shown that secreted EHV-1 gG (both from supernatant as well as baculovirus-298 expressed) was capable of interfering with chemotaxis of equine neutrophils induced by 299 equine CXCL8 (58). In contrast, gG was unable to interfere with CCL2-induced 300 
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